 fig. S1 . Dendritic morphology of lwDRN 5-HT neurons shows no difference between WT and 15q dup mice.  fig. S2 . Cell densities of inhibitory neurons are unchanged in 15q dup mice.  fig. S3 . The number of symmetry synapses is decreased in the S1BF of 15q dup mice.  fig. S4 . The paired-pulse ratio of inhibitory transmissions in S1BF L2/3 pyramidal neurons is not changed in 15q dup mice.  fig. S5 . 15q dup S1BF have differential expression of GABAA receptor subunits.  fig. S6 . 15q dup mice have decreased dendritic length of S1BF L2/3 pyramidal neurons.  fig. S7 . Profiling of 5-HT receptor expression in 15q dup brain.  fig. S8 . Acute 5-HT application enhances inhibitory transmission and suppresses excitability of S1BF L2/3 pyramidal neurons in 15q dup mice.  table S1. Properties of action potentials of 5-HT neurons in DRN.  table S2. Firing properties of L2/3 regular spiking neurons in vivo.  table S3. Statistical results.  Supplementary Methods References (44, 45) 
. The paired-pulse ratio of inhibitory transmissions in S1BF L2/3 pyramidal neurons is not changed in 15q dup mice. The graph shows the paired-pulse ratio (PPR) of evoked IPSCs (eIPSCs) at 10 to 3000 ms inter-event intervals. Evoked IPSCs were elicited by local stimulation of inhibitory inputs with a glass microelectrode placed around a given L2/3 pyramidal neuron. PPR was comparable between the genotypes, indicating that inhibitory synapses in 15q dup mice have a normal release probability.
WT: n = 8 from 4 mice, 15q dup: n = 12 from 4 mice. Error bars indicate mean±SEM.
fig. S5
. 15q dup S1BF have differential expression of GABAA receptor subunits.
Quantitative gene expression of GABAA receptor subunits in S1BF at P21 male mice. 
Supplementary Methods

Electron microscopy
Three weeks old male littermates (two WT and two 15q dup) were anesthetized and transcardially perfused with 2% paraformaldehyde and 2.5% glutaraldehyde in 0.1 M cacodtlate buffer. Brains were removed and post-fixed in the same fixative for 1 hr and washed with 10% sucrose in 0.1 M cacodtlate buffer for 15 min at 4ºC. The tissue was sectioned at 300 μm thickness using a vibratome. Sections of S1BF (Bregma from -0.58 to -0.94 mm; lateral direction from 3.0 to 3.5 mm) were collected, further fixed with 1%
OsO4 in 0.1 M cacodtlate buffer for 1 hr at 4ºC, washed with distilled water (DW) for 15 min, en block stained with 0.5% uranyl acetate for 2 hrs. After dehydration in a series of ethanol (65%-100%), the slices were exposed to propylene oxide (PO) for 20 min two times, immersed in a mixture solution of epon plastic (EPON 812; TABB Laboratories, Aldermaston, UK) and PO first at a ratio 1:1 overnight and subsequently immersed in 100% epon plastic for 0.5-1 day. The slices were embedded in 100% epon plastic at 60°C for 2 days. Thin sections (60 nm) were made and stained with 0.5% uranyl acetate for 2 min and 0.4% lead citrate for 1 min. The sections were observed under a JEM-1010 transmission electron microscope (JEOL Ltd., Tokyo, Japan) at 80 kV accelerating voltage at a magnification of 5,000. Three images of 256 μm 2 area at 50 μm deepness of barrel field from a section per individual were quantitatively analyzed.
The measurement was performed without knowledge of the genotype.
